Sir: Animal models have elucidated the role of both the basal ganglia and cortico-spinal tracts in tardive dyskinesia.' Confirmation in humans could be obtained by examining the effect of accidental brain lesions on the development and clinical course of tardive dyskinesia. To our knowledge no such cases have been reported. We now report such a case.
In 1972, a 48 year old non-hypertensive man with a 12 year history of schizophrenia and neuroleptic exposure (haloperidol, thioridazine, chlorpromazine, etc) 
